depending on the quantity of blood released.
Biomicroscopy of the vitreous is revealing because blood cells collect on the surface of the vitreous membranes and membranelles and provide a kind of in vivo staining of vitreous structures. Vitreous membranes appear to be impermeable to red blood cells. When detachment of the posterior hyaloid provokes a retinal haemorrhage the posthyaloid space fills with blood. Red blood cells coat the external surface of the hyaloid but the internal surface and the vitreous gel remain clear (Fig. i) .
The retrohyaloid space is an aqueous-filled chamber and eye movements maintain red blood cells in it in diffuse suspension. If the eye movements are diminished, however, by binocular patching and the patient is maintained with his head raised, the blood cells gravitate to the bottom of the space and collect as a meniscus at the inferior vitreoretinal insertion (Fig. 2a, b) . This occurs within hours. There is a small convection current, due to the relative warmth of the retinal surface as opposed to the hyaloid membrane, but it is too small to overcome the gravitational pull.
Blood eventually enters the vitreous gel by way of holes that develop in the posterior hyaloid, usually in the days immediately following the haemorrhage. Eisner (1973) has observed these holes in cadaver eyes. They start as a tearing of the hyaloid at the edge of the disc and become round as the membrane separates from the disc and the gel prolapses through the holes (Fig. 3a, b ). Blood cells migrate into the gel with eye movements and collect on the membranelles, making the pattern of prolapse visible. More than one hole may form (Fig. 4) and they may enlarge and expand all the way to the bottom of the eye (Fig. 5) .
The selection of patients who will respond to binocular occlusion and positioning may be based upon the biomicroscopic examination. Hospital were analysed. Forty-three were of rhegmatogenous origin and 57 bled from haemorrhagic vasculopathies (Table I) . Eighty-two of the Ioo patients were hospitalized. Eighteen diabetics, I 5 of whom were recurrent bleeders, were treated as outpatients. All patients had both eyes covered. They spent most of their waking hours sitting in a chair where they were also fed. The dietetics department devised a menu of finger foods consisting of sandwiches, raxv vegetables and fruits, and other foods that required a minimum of aid. Sleeping with the head of the bed raised 30 degrees was found adequate to encourage and maintain pooling of the blood at the bottom of the eye. Mobilization for toilet and for w,Nalking in the corridor had no dispersing effect as long as patching was maintained. A few minutes of unpatching a day for w%ashing and examination did not provoke significant mixing. Pinhole glasses retarded dispersion but did not prevent it.
Inpatients wNere examined daily, outpatients every second or third day. Patches wxere maintained if there was perceptible clearing at each examination. Clearing time for the purpose of this report is defined as the day the retina could be seen wN-ell enough for diagnosis. (Table II) . Acute retinal breaks were found in 25 cases, of which i6 were combined with retinal detachment. Four patients bled from bridging vessels across an operculated break that had been treated previously with cryopexy and scleral buckling. Nine patients had a posterior hyaloid detachment but no retinal break was found, and they were presumed to have bled from traction of the hyaloid on a retinal vessel.
Of the five patients in whom occlusion was abandoned because blood became diffuse in the gel two cleared over several months and were found to be without retinal breaks. Three did not clear before they showed signs of retinal detachment. One occurred in a woman aged 93 years, before the advent of ultrasound. The vitreous did not clear in the remaining four years of her life, but since she lost perception of light during this time she was presumed to have a retinal detachment. A second was a patient with a recent aphakia who reported, Bleeding of diabetic origin in a patient without diabetic changes in the second eye did not occur in our series. Nor did we see vitreous haemorrhage due only to hypertension. The five hypertensives in the series all bled from secondary neovascularization and had a history of retinal vein occlusion. Delay in instituting ocular immobilization and positioning of the patient increases the likelihood of holes developing in the posterior hyaloid membrane and blood entering the gel, resulting in prolonged obscuration of the fundus.
Summary
In the first hours after a vitreous haemorrhage dense enough to obscure the retina, the blood is usually confined to the posthyaloid space in an aqueous phase. Binocular occlusion and elevation provides sufficient immobilization of the eyes in nine out of i o patients for the blood cells to settle to the bottom of the space and make the retina available for examination and repair. Blood enters the vitreous gel through holes that develop in the posterior hyaloid membrane. Blood in the gel does not settle and requires months to clear.
